A 49-year-old previously-healthy male presented to the emergency with oro-nasal bleeding, hematochezia and hematuria for seven days. Past history revealed essential hypertension controlled on amlodepine for the last 2 years. The non-smoker, teetotaller, non-diabetic patient was not on any other medications and had no recent or remote history of fever, joint pains, jaundice, diarrhea, autoimmune disorders or change in bowel/bladder habits. On examination, the conscious, oriented and normotensive male had tachypnea, tachycardia and ecchymotic patches and purpura on the trunk and the extremities. There was no organomegaly or palpable lymphadenopathy.
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Hemoglobin was 68 g/L, platelet count 3 9 10 9 /L and total leukocyte count 22.9 9 10 9 /L (differential: neutrophils 81%, lymphocytes 10%, monocytes 06%, eosinophils 01% and myelocytes 02% with 01 nucleated red cell/ 100 leukocytes). Prothrombin time, partial thromboplastin time, fibrinogen and renal and liver function were normal. Antinuclear antibody and anti-dsDNA, direct Coombs test and paroxysmal nocturnal hemoglobinuria study on leukocytes by flow cytometry were negative as were serological screens for HIV and hepatitis B and C.
Ultrasound showed mild fatty infiltration of liver. A Doppler scan showed no evidence of renal artery stenosis.
Bone marrow examination revealed megakaryocytic hyperplasia with striking emperipolesis of 1-10 cells in virtually all the megakaryocytes (Figs. 1, 2) . The traversing cells were mostly mature granulocytes and occasional erythroblasts. Marrow cellularity, other hematopoietic elements, myelogram, iron stores and reticulin were normal. No infiltrative disorders, microorganisms, significant dyshemopoiesis or increase in hemophagocytosis were noted. A clinical diagnosis of acute immune thrombocytopenia was made.
He was started on corticosteroids and administered 2 units packed RBCs, a single donor apheresis platelet unit and six units of platelet-rich plasma (PRP). The platelet count did not respond significantly and IVIG (2 g/kg body weight) was administered for 2 days. Within 48 h his platelet count rose to 110 9 10 9 /L. After cessation of bleeding and normalization of his platelet count (150 9 10 9 /L), he was discharged in a hemodynamicallystable condition. Regular follow-up for the next 2 months showed maintained platelet recovery.
Emperipolesis is the cytoplasmic presence of intact, undamaged, viable hematopoetic cells, typically enclosed in membrane-bound vacuoles, within megakaryocytes, histiocytes, monocytes, endothelial cells or other cells. It can be seen in physiological conditions, for e.g. erythroblast emperipolesis by megakaryocytes in the fetal liver and in extreme thrombocytosis. Pathologic disorders showing emperipolesis include autoimmune hemolytic anemia, iron deficiency anemia, idiopathic thrombocytopenic pupura, various neurological diseases, myeloproliferative neoplasms, myelodysplastic syndromes, myeloma, lymphomas and growth factor therapy [1] .
Although the precise mechanism is unknown, it is postulated that cells migrate into membrane demarcation system cavities which open onto the exterior. Animal studies suggest that megakaryocytic emperipolesis depends on adhesion molecules via lymphocyte function-associated antigen 1 and intercellular adhesion molecule-1 [2] . In face of increased demand (for e.g. during blood loss due to thrombocytopenia), some cells may adopt a trans-megakaryocytic route to enter circulation. This suggests megakaryocytes are a component of the marrow-blood barrier [3, 4] . An alternative hypothesis suggests that megakaryocytes might represent a 'sanctuary' for normal granulocytes, in which they may be protected against an unfavourable/hostile marrow environment [5] .
